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Figure 1. MTT cell viability assay on C6 and CTX TNA2. (A, C) Histograms represent the viability dose-response of C6 

cells exposed to different concentrations of deprenyl and safinamide (0.625 up to 10 μM) for 24 h and 72 h. (B, D) 

Histograms represent the viability dose-response of CTX cells exposed to different concentrations (0.625 up to 10 μM) of 

deprenyl and safinamide for 24 h and 72 h. Proliferation was assessed using MTT assay and normalized to control cells 

treated with DMSO (0.2% as final concentration). 

 


